CASE HISTORY
An 18-month-old boy with normal development sustained 20% scalds to his left trunk, arm, face and ear from a kettle of boiling water.
He was treated at the district general hospital with analgesia, colloid and 9 days of oral ampicillin and flucloxacillin. His burns were dressed with f1amazine. After discharge on Day 3 his speech deteriorated and he stopped walking.
On Day 10 he became pyrexial, and developed explosive diarrhoea followed by bile stained vomiting. He was distressed, clawing at his bandages.
On Day 11 he was readmitted shocked and enccphalopathic with hypertonia, extensor responses to pain and dilated pupils. His blood pressure was 30120 mmHg, pulse 160 beats per min, temperature 39.5°C and respiratory rate 45 beats per min. His burns looked clean with no evidence of infection.
Over the next 12 h he continued to be hypotensive, hypoglycaemic and acidotic, had a cardiac arrest and developed acute renal failure. He was ventilated, given too mllkg of 4.5% human albumin solution and inotropes.
On Day 13 he was transfused with whole blood and fresh frozen plasma. He developed a rash followed by generalized erythema. Following 2 mg/kg of frusemide his urine output was re-established. Toxic shock syndrome was diagnosed Thermally injured children are particularly susceptible to TSS because they have limited prior exposure to toxin producing strains of staphylococci (Table 3 )5, 5. aureus is the commonest organism infecting burns I and a mechanical barrier is provided by occlusive burn dressings". Thermally injured children may be immunocompromised with a fall in both their white cell count and immunoglobulin level" and co-existence of endotoxin producing Gram-negative bacilli with 5. aureus in the wound may enable TSST1 to enhance the lethality of any Gram-negative endotoxin present". In addition young children are three times more likely than the general population to sustain a thermal injury".
Details of 23 cases appear in the English literature in association with thermal injuries 1 1. All occurred in children younger than 6 years, 19 children were younger than 2 years. Four children died. The body surface area ranged from 2---42%. Superficial as well as deep injuries were involved and described as clean in 15 cases. All presented with recognizable features of the toxic shock prodrome, namely pyrexia, diarrhoea, vomiting, tachycardia, tachypnoea and irritability, 1-5 days after the injury. Within 12--48 h they developed further central nervous system involvement, hypotension and multisystem failure. Thirteen cases developed the characteristic sunburn-like rash which later desquamated in seven cases. This is a toxin related disease not a septicaemia. The role of antibiotics is to inhibit further staphylococcal colonization. Specific therapy consists of the early use of immunoglobu-Iins-", together with appropriate circulatory, renal and respiratory support.
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Staphylococcal and streptococcal enterotoxins are superantigens inducing massive T-cell proliferation with interleukin and tumour necrosis factor production. They are easily diffusable low molecular weight glycoproteins capable of producing disease in association with clean wounds and negative culture of body fluids': TSS occurred in this child despite oral antibiotics and later than previously reported. Recovery occurred with using human albumin solution but may have been quicker with fresh frozen plasma.
Children with TSS will present to district general hospitals because TSS occurs in small, clean burns", Prompt recognition remains essential.
